A fatal epornitic disease of parrots that resembled psittacosis clinically was reported in 1930. 9 The disease was characterized macroscopically by foci of necrosis in the liver and spleen and microscopically by acidophilic intranuclear inclusion bodies at the site of the lesions. The agent involved in the outbreak was a novel viral disease of psittacines, 11 which was later identified as a herpesvirus (PSHV). The disease was named Pacheco's Parrot Disease in recognition of the investigator who first identified the condition. 12 Herpesviruses causing disease syndromes similar to Pacheco's Parrot Disease have since been isolated from owls (OHV), 1 falcons (FHV), 8 cranes (CHV), 2 quails (QHV), 6 storks (SHV), 7 and a cormorant from Lake Victoria, Australia (LVCV). 5 In 1970, a naturally occurring herpesvirus infection in pigeons (PHV) characterized by intralesional eosinophilic intranuclear inclusion bodies was reported 3 and experimentally transmitted. 4 Other herpesviruses infecting avian species and causing distinct disease syndromes include Marek's disease virus (MDV), infectious laryngotracheitis virus (ILTV), duck enteritis virus (DEV), and turkey herpesvirus (THV). Pathogenicity and antigenic comparison studies indicate that avian herpesviruses are distinct from mammalian herpesviruses. 1, 3, 5, 8, 11 Although the avian herpesviruses are a heterogenous group, some members appear to be more closely related. 6, 8, 10, 13 This case report is the first published account of naturally occurring herpesvirus infection in ringed turtle doves (Streptopelia risoria).
In July 1987, 2 ringed turtle doves were submitted to the Veterinary Diagnostic Center for postmortem examination. Prior to presentation, 28 doves in this flock of 66 had died over a 3-week period. Clinical signs were profound depression with or without watery stools and sudden death. The doves were housed in a room of a wood-frame building adjacent to a group of domestic pigeons. Although the doves and pigeons had access to separate outdoor enclosures conjoined by a wire fence, no clinical disease was observed in the pigeon flock.
A complete postmortem examination was conducted on both doves, and selected tissues were fixed in 10% buffered formalin and 3% phosphate-buffered glutaraldehyde solutions for light and transmission electron microscopic examinations, respectively. Samples of liver and small intestine were collected for aerobic and anaerobic culture. Liver tissues from the 2 birds were pooled and submitted for virologic examination.
Macroscopic and microscopic lesions were similar in both birds. At necropsy, there was diffuse intense yellow discoloration of the subcutaneous and intra-abdominal adipose tissues. Miliary white foci were scattered throughout the liver parenchyma. The intestinal contents were watery. Histologic examination of hematoxylin and eosin (HE)-stained sections of hepatic tissue revealed areas of focally coalescing parenchymal degeneration and necrosis. Syncytial cells and indi- vidual hepatocytes containing large intranuclear inclusion bodies were observed at the periphery of areas of hepatic necrosis (Fig. 1 ). Degenerate hepatocytes had cytoplasmic vacuolization and increased acidophilia. Syncytia measured from 100 to 500 µm in diameter and contained 100 or more nuclei (Fig. 2) . Intranuclear inclusions were large and homogenous, varied from amphophilic to deeply eosinophilic, and filled the majority of the karyoplasm. Intranuclear inclusion bodies were more numerous in cells in the immediate vicinity of the necrotic foci. No significant microscopic lesions were observed in other tissues. Transmission electron microscopy (TEM) demonstrated the presence of nonenveloped viral particles within the nuclei of hepatocytes with marginated chromatin (Fig. 3) . The viral particles measured 85-95 nm in diameter and had a centrally located electron dense core surrounded by a capsid with icosahedral symmetry.
Bacteriologic cultures of small intestine and liver from both birds yielded no significant pathogens. Pooled liver tissue homogenates were passaged twice by inoculating chorioallantoic membranes (CAMS) of embryonated chicken eggs. The thickened CAMS from dead embryos were harvested for TEM examination and passaged onto primary chicken embryonic kidney cell (CEK) cultures. Cytopathic effect characterized by focal rounding, ballooning, and cytoplasmic stranding of infected cells was demonstrated in CEK cultures patible with herpesvirus were observed by TEM examinations of infected CAMS and CEK cultures. The herpesvirus isolate was further characterized using alpha serum neutralization assays and direct and indirect fluorescent antibody tests with antisera to PHV, OHV, and PSHV produced in specific-pathogen-free chickens a and goat anti-chicken IgG. a Results of these examinations indicated that the herpesvirus isolate was serologically related to PHV and OHV and distinct from PSHV.
The antigenic relatedness of the avian herpesviruses is well documented. Twelve avian herpesviruses have been classified into 8 serologic groups based on indirect immunofluorescence and polyclonal cross neutralization assays. 6, 10 These and other studies have shown the antigenic relatedness of PHV, OHV, and FHV and the antigenic uniqueness of LVCV and PSHV. [5] [6] [7] [8] 10, 133 The lesions observed in this case are typical for herpesvirus infection in birds. The serologic relatedness of the herpesvirus isolated to PHV and OHV suggests that infection by a member of the PHV-OHV-FHV group was responsible for the disease outbreak in the dove flock. Pigeon herpesvirus and OHV have experimentally caused mortality in Streptopelia risoria. 8 Although ample opportunity for close contact between the doves and pigeons existed, the pigeons remained healthy subsequent to the disease outbreak in doves. The close proximity of the 2 species might have resulted in the transmission of PHV from asymptomatic pigeon(s) to susceptible doves.
